Hypothermia may be overlooked in apparent near-drowning. We report a patient who was originalIy diagnosed and treated for immersion, but it later became obvious that the problem was accidental acute hypothermia.
chronic inflammatory diseases of the bowel such as Crohn's disease (Cohen 1967) , but has only once been previously described in Whipple's disease (Sander 1964) . In this case it was found in lymph nodes and other organs but not in the gut or joints.
Whipple's disease is a chronic inflammatory condition associated with the presence of organisms, possibly a Cell-wall deficient alphahaemolytic streptococcus (Clancy et al. 1975) . Recurrent or persistent infection (as seen in our patient) may stimulate a continuing elevation of the serum precursor of amyloid, serum amyloid A (SAA), as well as altering the degradation process of the precursor. Although SAA was not directly measured in our patient, acute phase proteins (C-reactive protein, haptoglobin and orosomucoid) were persistently high. In juvenile chronic arthritis, C-reactive protein levels have been found to reflect disease activity, persistent elevation being an indicator of subsequent amyloidosis (Gwyther et al. 1982) . Tan & Epstein (1972) suggest that lysosomal enzymes have a dominant role in production of amyloid fibrillar protein. There was marked increase in size and number of Iysosomes in the synovium in our patient (Morris et al. 1982) , which could account for its local deposition. Sander (1964) also put forward the hypothesis that the elaboration of this abnormal protein might be induced by antigenic stimulation by the microorganisms found locally. Small deposits of amyloid have been found in elderly subjects (Goffin et al. 1981 , Egan et al. 1982 but, in contrast to the. present case there was no evidence of systermc amyl oi d~si s; and the genesis of such deposits~as attributed to the effects of localized mechamcal stress.
On electronmicroscopy, intra-and extracellular amyloid fibrils were found in association with fibroblast-like cells, a relationship also noted by Ladefoged (1982) in a study of amyloid .in the hip joint. This author and Bywaters & Dorhng (1970) also found amyloid associated with bu?dles of collagen fibres. The intracellular amyloid fibres described by Ladefoged (1982) Distal embolism from an isolated atheromatous plaque in the superficial femoral artery is uncommon. There are occasional published reports , Mehigan & Stoney 1976 ), but few surgeons acquire a wide experience. We report a case in a woman who presented with critical ischaemia of the great toe in the presence of adequate arterial pressure at Case report A previously fit, thin, non-smoking, shop manageress aged 56 presented with progressive ischaemic pain in the right hallux which she attributed to having dropped a bottle on it three months before. X-rays had revealed a hairline fracture of the phalanx, but the toe failed to improve and became more pale and cyanosed with rest pain.
On admission there was no pre-existing claudication and although the foot pulses were difficult to feel, Doppler ultrasound confirmed that the ankle systolic pressure on the affected side was 115 mmHg (120 mm left; 130-mm brachial). Clotting screen, blood sugar and cryoglobulin tests were normal. The ischaemia was attributed to traumatic vasculitis of the digital vessels, and a surgical lumbar sympathectomy was performed causing a temporary mild improvement.
However, during the next week pain and cyanosis spread to involve the medial three toes of the right foot, despite the ankle pressures remaining unchanged. A right femoral arteriogram was done which identified intraluminal thrombus on an isolated lesion in the superficial femoral artery ( Figure I) lying in the subsartorial canal of Hunter. This vessel was explored through a small longitudinal incision (Figure 2) , the thrombus and plaque removed, and the vessel repaired with a saphenous vein-patch graft taken from the contralateral thigh; following this there was an improved wave form in the pulse-volume record taken at the ankle (Figure 3 ). She was given aspirin postoperatively.
The tip of the hallux developed dry gangrene and eventually separated spontaneously. Six months later she is back at work with adequate ankle pressures, taking aspirin 300 mg daily, and without further ischaemic episodes.
Discussion
Ischaemia of a toe secondary to small emboli from proximal atheroma was first described by Hoyle et al. (1959) who reported a patient with gangrenous toes, intact foot pulses and small vessel atheroemboli from diffuse aortofemoro- Treatment is more controversial. Hunterian ligation, femoropopliteal vein bypass graft and vein-patch angioplasty have all been used. We chose the last as a procedure which would not preclude other methods if necessary.
Ischaemia of the toes and forefoot in the presence of adequate ankle pressure should not be ascribed to (inoperable) smalI vessel disease until proximal sources of emboli have been excluded. Emboli from a localized lesion in the femoral artery can be treated successfulIy by a local procedure to that artery. Figure 3 . Pulse-volume measurements taken before and after reconstruction syndrome', their second case being similar to ours. They stressed that such emboli were frequently the first manifestation of arterial disease in a relatively young patient, making diagnosis difficult unless the significance of a blue toe with normal pedal pulses was appreciated. They advocated an aggressive approach with early arteriograms and surgical treatment, a view supported by Slaney & Ashton (1981) in a recent book on operative surgery.
In the discussion following their paper, Mehigan &. Stoney (1976) added a further II cases, including 3 with emboli from the superficial femoral artery. All were agreed that when an isolated source of emboli was found it should be removed or excluded from the circulation; but opinion was divided on the role, if any, of anticoagulation, and this debate has continued. Some say that anticoagulants, heparin, coumarins and aspirin, are helpful and important (Sawyer 1976) ; others state that there are numerous reports of patients continuing to sustain. multiple arterial emboli while 'fully anticoagulated' (Brenowitz et al. 1978) . It has been suggested that anticoagulation may actualIy make matters worse by inhibiting adequate coating of the atheromatous plaque with adherent thrombus (Mehigan & Stoney 1976) .
Atheromatous lesions of the lower limb are very common, so presumably, numerically, the presence of isolated ones is not rare. Why only some of these should give rise to peripheral emboli is not known; however, continued folIow up to detect any development of a similar lesion on the other side is recommended ).
OI41-{)768/83/II0967-03/S01.00/0
